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In the early 1990s, genetic mapping of the amyloid precursor protein (APP) locus and the markers linking it to FAD were recent discoveries. Since then, Alzheimer's disease (AD) research has progressed from the identification of FAD-linked mutation to the generation of transgenic animals that express these mutant genes. Transgenic animals can represent models of aberrant beta-amyloid (Abeta) production either through the expression of mutant APP genes or mutant presenilin (PS)-1 genes, or both. Currently, this plethora of well-characterized animal models is being applied to test candidate therapeutic agents and strategies to reverse or prevent amyloid deposition into plaques. Treatments included specific inhibitors of the enzymes that produce Abeta, non-steroidal anti-inflammatory therapies (NSAIDs), Abeta-chelating agents and dietary supplements.